primary pathogenic mechanism in cerebral malaria and malaria retinopathy. [1] Occlusion usually results from cohesiveness of infected and non-infected erythrocytes. [2] Histologically, sequestration of infected and non-deformable erythrocytes has been observed in previous studies. The in vivo appearance of micro-emboli in the retinal vessels infected with malaria has not been reported before. FA images presented herein characteristically show intra-vascular coiled structures with resultant peripheral capillary dropout. We postulate that the coiled structures seen in retinal vessels may represent an aggregation of infected erythrocytes, which may get stained with FFA due to sluggish blood flow. Although the origin and significance of these coiled structures are unknown, their location corresponded well to the vessel obliteration, implying intravascular micro-emboli. The extensive new vessel formation early in the course of the disease appears to be due to the amount of ischemia related to extensive vascular occlusion due to multiple micro-emboli in the retinal circulation. Figure 2 . The superior vein obliteration is seen immediately distal to the micro-embolus (at the bifurcation, yellow arrows).
